Malaria has protean clinical manifestations and acute kidney injury (AKI) is one of its serious and life threatening complications. The overall prevalence of AKI in falciparum malaria varies between <1 and 60%, with the mortality rate as high as 45%. None of the studies on malaria and AKI have classified AKI on AKIN criteria. We plan to look at outcomes of Malaria AKI based on severity of AKI and organ dysfunction. Outcomes are need for HD and mortality.
II. Review Of Literature
Malaria is a major public health problem in tropical countries. About 500 million people suffer from malaria, leading to death in 1 to 3 million cases. Acute kidney injury (AKI) is one of the most dreaded complications of severe malaria. As per World Health Organization criteria, acute renal failure (serum creatinine level, > or =3 mg/dL or > or =265 micromol/L) occurs as a complication of Plasmodium falciparum malaria in less than 1% of cases, but the mortality rate in these cases may be up to 45%. It is more common in adults than children. Renal involvement varies from mild proteinuria to severe azotemia associated with metabolic acidosis. It may be oliguric or nonoliguric. AKI may be present as a component of multi-organ dysfunction or as a lone complication. The prognosis in the latter is generally better. Several pathogenic mechanisms interplay for the clinical manifestation. The predominant lesions are acute tubular necrosis and mild proliferative glomerulonephropathy.
The pathogenesis of AKI in falciparum malaria is not clearly known. Malarial complications possibly are caused by the interaction of the parasite with the host, resulting in mechanical, immunologic, and humoral responses. These responses, while attempting to eliminate the parasites, may also injure the host tissues. Different hypotheses proposed for MAKI include mechanical obstruction by infected erythrocytes, exaggerated host immune response mediated through cytokines and reactive oxygen and nitrogen species, immune complex deposition, hypovolemia, disturbances in the renal microcirculation, and so forth. No explanation, however, is available for the consistent increase in the incidence of MAKI in some areas.
In September 2004, the Acute Kidney Injury Network (AKIN) was formed. AKIN advised that the term acute kidney injury (AKI) be used to represent the full spectrum of renal injury, from mild to severe, with the latter having increased likelihood for unfavorable outcomes (eg, loss of function and end-stage renal disease [ESRD]).
A report by the AKIN proposed the following criteria for AKI :  Abrupt (within 48 h) reduction in kidney function currently defined as an absolute increase in serum creatinine of 0.3 mg/dL or more (≥26.4 μmol/L) or  A percentage increase in serum creatinine of 50% or more (1.5-fold from baseline) or  A reduction in urine output (documented oliguria of < 0.5 mL/kg/h for >6 h).
According to a study it was seen that GCS <11 had poor outcome. Similarly AKI ARDS also had poor outcome. According to a study done in Varanasi low Haemoglobin, raised AST and ALT and elevated LDH were considered to be important marker of mortality. Cerebral Malaria was an important determinant of mortality. Similar study done by Kute abd et al it was found that APACHE II ≥20, SOFA and MODS scores ≥12 were associated with higher mortality .
